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Abstract Objective One NF1 family combined with cerebrovascular stenosis was found by us. The common feature in the NF1
patients was Q181X mutation in NF1 gene. Truncated protein (180 amino acids, NF1 — 180mut) was produced. To further determine the
role of NF1 - 180mut in cerebrovascular stenosis, we constructed the recombinated pEGFP — N1/NF1 - 180mut plasmids and transfected
cerebrovascular cells with the plasmids. Methods The primers of total NF1 — 180mut were devised. Using pEGFP — N1 as the carrier
frame, we constructed the pEGFP — N1/NF1 - 180mut expression vector and the protein expression was detected by western — blot and
confocal. Then we observed the expression of NF1 — 180mut in cerebrovascular smooth muscle cells or endothelial cells by liposome media-
ted transfection of the recombinant plasmid. Results(1) NF1 - 180mut expression vector was constructed successfully. (2) The expres-
sion vector can be expressed in brain vascular endothelial cells and smooth muscle cells. (3) The preliminary study of cell count and pro-
liferation test showed that NF1 — 180mut had a certain effect on cerebrovascular smooth muscle cells and endothelial cells. Conlusion In
this study, we constructed the expression vector of NF1 - 180mut from NF1 — Q181X mutation, which provides a good in vitro research

tool for further study on the pathway of NF1 — 180mut induced cerebral vascular stenosis.
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